for the common risk factors of CHD, including lipid concentrations, in a logistic regression analysis produced an OR estimate of 1*1 (95% CI 0-6 to 2.1). Among the controls, those who were Hpyloni positive had significantly (P = 0-03) higher concentrations of serum triglycerides than those who were H pylon negative: the trend among the cases was similar, but non-significant. The concentrations of HDL cholesterol tended to be lower in those who were H pylon positive than in those who were H pylon negative, among both the cases and the controls.
Conclusions-The impact of H pyloni
infection as an independent risk factor for CHD seems to be minor. On the other hand the results are consistent with the hypothesis that H pyloni infection might modify the serum lipid concentrations in a way that could increase the risk of CHD.
(Heart 1996;75:573-575) Keywords : coronary heart disease, Helicobacter regression modelling (table 2) indicated that the CHD status was associated, though not significantly, with H pylori positivity when adjusted for age and gender only (OR = 1 5). However, when further adjustments where made for diabetes, smoking, total cholesterol and triglycerides, the association became weaker (OR = 1X3) and almost disappeared after adjustment for HDL cholesterol (OR = 1 1). The relative risks were higher when the patients with two or three vessel disease were compared with the control group, but even then the association was fairly weak after adjustment for all of the above determinants and the confidence interval was wide. The results were similar when the analyses were performed by excluding the subjects with any evidence of CHD from the control group.
Discussion
Our CHD patients, especially those with two or three vessel diseases, were more often H pylori seropositive than the non-diseased controls. Apart from the large random variation, the estimated odds ratios may be biased by the selection of the controls and the cross sectional study design. Our controls were representative of the source population of the cases, but the exclusion of the patients with obvious hypertensive disease reduced their risk of CHD. We found that 53% of our controls were seropositive for H pylori, which accords with the previously reported seroprevalences of 39-60% among the Finnish blood donors aged 36-65 years.'0 Some misclassification of infection status is likely. This will affect all the groups and hence tend to reduce the relative risk estimates towards 1.
In the present study, the adjustment for the conventional risk factors, especially the serum HDL cholesterol concentration, reduced the estimated relative risk of CHD associated with Hpylori positivity. In a recent study of 47 subjects with electrocardiographic evidence of myocardial ischaemia or infarction and 341 controls, H pyloni infection was significantly associated with CHD, and the relation could not be explained by the risk factors of CHD including history of hyperlipidaemia.4 However, the data also suggest a negative, although not statistically significant, effect of H pylori positivity on plasma apolipoprotein A concentration (reflecting HDL cholesterol concentration) and a positive effect on triglyceride concentration. 4 Another recent study reported a weak negative association between H pylori infection and HDL-cholesterol."I In addition, acute infections have been shown to reduce the serum HDL cholesterol concentration and increase the serum triglyceride concentration." In our study the similar trend observed both in the CHD patients and in the controls suggests that H pylori may modify serum lipid concentrations. If this is true and the effect of H pylori infection on the risk of CHD is mediated by HDL cholesterol and triglyceride concentrations, then these lipid variables should not be adjusted when the effect of H pylori on the disease is assessed. If, however, H pylori infection does not affect serum HDL cholesterol or triglyceride concentrations, these variables would be ordinary confounders and should be adjusted for. We analysed the data both without and with these adjustments and present the appropriate results for the alternative theories about the role of HDL cholesterol and triglycerides.
H pylori infection and CHD may have shared risk factors, because low socioeconomic status in childhood may predispose to both conditions.' 8 We did not have this information for those in our study. In the British study, adjustment for the features of current and childhood socioeconomic conditions only slightly reduced the effect of Hpylori seropositivity on the risk of CHD7 and a recent study concluded that the social class was associated with CHD independently of H pylori infection."I
The present results indicate that after adjustment for some known key determinants of CHD, H pylori infection has little impact as an independent risk factor for CHD. However, the confidence intervals were wide leaving room for the possibility that Hpylori could have a moderate effect on the risk of CHD. Also the data are consistent with the hypothesis that H pylori may modify serum lipid concentrations in a way that may increase the risk of CHD. A longitudinal study with treatment intervention and with more expected cases would be needed to examine the causal relations between these associations.
Orion Diagnostica, Espoo, Finland, provided the Pyloriset kits free of charge.
